We recently presented evidence of mitochondrial DNA recombination in humans based on the observation of a rare mutation in several unrelated human lineages in Nguna, a small island in Vanuatu, island Melanesia. Since then, the mutation has been shown to be an artefact caused by misalignment of the DNA sequences. Our previous conclusion, that the presence of a rare mutation on di¡erent haplotypic backgrounds was a consequence of genetic recombination, is no longer tenable for these data.
INTRODUCTION
In a recent article (Hagelberg et al. 1999) , we presented evidence of recombination in human mitochondrial DNA (mtDNA). We sequenced a portion of the hypervariable control region of mtDNA in 452 humans from di¡erent locations in the western Paci¢c. The sequences fell into three distinct mtDNA clusters or haplotypes, which re£ect the settlement history of the Paci¢c. The ¢rst type (I) was characterized by a previously described Polynesian motif, and variants thereof, and was observed in island and coastal areas. It exhibited low variability consistent with the recent expansion of the Polynesians. The second and third types (II and III) were found in people of the highlands of New Guinea and in island Melanesia and probably derive from the Pleistocene settlement of the western Paci¢c. We detected a very rare mutation in people of the three lineages living in the small Melanesian island of Nguna. The occurrence of a rare mutation on three distinct haplotypic backgrounds is a highly unlikely event. We concluded that paternal leakage of mtDNA and subsequent recombination were the most likely explanations for this phenomenon.
Since then, we discovered that our Nguna data were incorrect. The mtDNA sequences of the Nguna population sample were shifted by ten nucleotides in the positions before 16 099. The nucleotide substitutions up to that point were misread by ten bases relative to the reference sequence (Anderson et al. 1981) . The previously described C to T substitution at position 16 076 corresponds to a T to C substitution at 16 086. The individuals thought to carry the rare mutation at 16 076 are in fact identical to the reference sequence at this position. However, the classi¢cation of the sequences into three major lineages still holds true and is una¡ected by the misreading of the Nguna sequences.
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CORRECTED DATA
The corrected data are presented in table 1. Our previous conclusion, that the parallel occurrence of a rare mutation on di¡erent haplotypic backgrounds was highly improbable and more likely to be the consequence of genetic recombination, is no longer tenable for these data.
